Summary. Adrenalectomized 
INTRODUCTION
Bruce (1959, 1960a, b, 1961) has described a block to implantation in certain strains of mice caused by proximity of strange males. Olfaction is presumed to play an important part in this phenomenon because direct contact is not required and anosmic females are not affected (Bruce & Parrott, 1960) . Moreover, pregnancies are also blocked by exposure of females to urine of males or to androgenized females (Dominic, 1964 (Dominic, , 1965 . The primary endocrine cause of the block is attributed to failure of luteotrophin secretion (Parkes, 1961 ;  Parkes & Bruce, 1961; Dominic, 1966) .
Subsequent studies have demonstrated that proximity of a strange male and exposure to male urine are not the only stimuli that induce the block to preg¬ nancy. Wild house mice [Mus musculus) are extremely sensitive to the presence of a strange male, but changes in the physical environment, such as disrupting the contents of the cage twice daily, are equally effective in inducing the pregnancy block (Chipman & Fox, 1966) . Changes in cage size alone have been shown to reduce the pregnancy rate in deermice [Peromyscus maniculatus) to the same degree as the strange male (Eleftheriou, Bronson & Zarrow, 1962) . Bronson, Eleftheriou & Garick (1964) found that pregnancy could be blocked in deermice [P. m. Caldwell (1962) have implicated epinephrine and norepinephrine from the adrenal medulla because of the potentially harm¬ ful uterine contractions produced by these hormones and the fact that adrenal demedullated mice had fewer stillbirths than intact controls when both were subjected to chronic stress throughout gestation. Implantation could conceiv¬ ably be blocked by any one of these mechanisms.
We believe that our data point to excessive secretion of acth as the primary initiator of the pregnancy block. Moreover, the results of these experiments suggest that acth can act to block implantation in the absence of the adrenal glands if secreted in sufficient quantity. Christian, Lloyd & Davis (1965) studied the effects of exogenous acth on ovaries of mice using the presence or absence of corpora lutea as an index of acth action. If the injections began before maturation, more than 0-5 units daily inhibited luteinization completely for up to 82 days in intact wild house mice and 0-5 units daily inhibited luteinization for 10 days. In adrenalectomized immature mice luteinization was prevented in sixteen of eighteen mice for 42 days by 4 units of acth a day, but 2 units a day for 60 days failed to do so. Uterine and vaginal responses also indicated that ovarian function was more completely inhibited in intact than in adrenalectomized mice. They concluded from their studies that acth was capable of inhibiting luteinization in the absence of the adrenals but that inhibition was more complete when these glands were present. Christian et al. (1965) also were concerned with the site of action of acth. Injections of fresh male mouse pituitary daily returned ovarian and uterine weight to normal and restored follicular maturation and luteinization in intact and adrenalectomized ACTH-treated females. These results indicated that acth inhibited ovarian function indirectly through the pituitary or higher centres rather than by acting directly on the ovaries. Prompted by an earlier study by Varon & Christian (1963) 
